CASE REPORT {#s1}
===========

A 66-year-old male presented to our emergency department (ED) with a chief complaint of nuchal rigidity and odynophagia. He had been seen earlier in the day by his primary care physician, who subsequently referred him to the emergency department for further work-up.

The patient reported that he had been in his usual state of health until 2 days before his visit, when he experienced the somewhat rapid onset of diffuse neck pain and stiffness, followed by significant pain upon swallowing and a nonproductive cough. He reported no chest pain, shortness of breath, headache, nausea, or vomiting. He did, however, report an intermittent low-grade fever at home since the onset of his symptoms. He reported no significant recent illness or hospitalization. His past medical history was notable only for hyperlipidemia and hypertension, both controlled by medications. He had no known drug allergies and was a nonsmoker.

On arrival, his vital signs were as follows: temperature (oral), 37.3°C; pulse, 97 beats per minute; respirations, 16 per minute; blood pressure, 125/91. His oxygen saturation was 96% on room air. On examination, he was awake, alert, oriented, and in no acute distress. He was able to phonate and was protecting his airway without difficulty. He had marked nuchal rigidity, which was associated with lateral soft tissue neck tenderness. His oropharyngeal examination was somewhat limited secondary to mild trismus, but there was no evidence of tonsilar exudate or peritonsilar abscess. There was no lymphadenopathy. His lungs were clear bilaterally. The remainder of his physical examination was unremarkable.

Lateral soft-tissue radiographs of his neck ([Figure 1](#wjem-13-01-40w-f01){ref-type="fig"}) revealed prominent prevertebral soft tissues with patent hypopharyngeal and proximal tracheal air columns. The epiglottis was unremarkable and no unusual gas patterns were present; however, abnormal ossification was noted along the inferior aspect of the anterior arch of C1. This prompted follow-up imaging with computed tomography of the neck ([Figure 2](#wjem-13-01-40w-f02){ref-type="fig"}), which showed an 8-mm retropharyngeal calcific focus with a small, nonloculated, fluid collection along the anterior aspect of the longus colli. Based on these findings, a diagnosis of acute prevertebral calcific tendonitis (APCT) was made.

The patient received 15 mg of intravenous ketorolac in the emergency department. Shortly afterwards, he reported marked alleviation of his symptoms and was able to tolerate per os fluids without difficulty. After a discussion with the on-call otolaryngologist, the patient was discharged home with a prescription for oral non-steroidal anti-inflammatory drugs (NSAID) and a recommendation for outpatient follow-up in the ear, nose, and throat clinic in 1 to 2 weeks as needed. The patient subsequently reported complete pain relief with oral NSAID therapy.

DISCUSSION {#s2}
==========

The longus colli traverses the anterior spinal column from C1 to T3 and is divided into 3 portions: superior oblique, inferior oblique, and vertical. Acute prevertebral calcific tendonitis (alternatively referred to as retropharyngeal tendonitis and longus colli tendonitis) is an inflammatory calcification of the longus colli and was first mentioned in 1964 when Hartley^[@wjem-13-01-40w-b01]^ described a "large amorphous calcium deposit just anterior to the atlanto-axial joint." Since that time, the disease has remained relatively obscure, and research on the subject has consisted primarily of case reports (although Hviid et al^[@wjem-13-01-40w-b02]^ have suggested that this obscurity is primarily the result of underrecognition.)

Seventy-six patients diagnosed with APCT have been identified in the existing literature; in this group, the disease shows a slight female predominance (∼58%), with the average age of onset being 46 years. This is fairly consistent with the epidemiology intimated in prior reports,^[@wjem-13-01-40w-b03]^ in which the disease is often described as afflicting females in the third through sixth decade of life.

The exact pathogenesis of the condition is unknown, although it is believed to be similar to other forms of tendinitis that occur in the body owing to hydroxyapatite deposition, dystrophic calcification, and subsequent inflammatory response.^[@wjem-13-01-40w-b04]^ In particular, it is strikingly similar in epidemiology, pathogenesis, and clinical course to the equally obscure "crowned dens syndrome," which involves calcification of the ligaments surrounding the odontoid process.^[@wjem-13-01-40w-b05]^ Although typically occurring in the anterior C1 to C3 region, APCT has also been described at C5 to C6,^[@wjem-13-01-40w-b06]^ at the origin of the vertical portion of the longus colli.

In APCT, nuchal rigidity and odynophagia are the 2 most commonly reported chief complaints. Fever and leukocytosis may be present,^[@wjem-13-01-40w-b07]^ as well as elevated levels of C-reactive peptide,^[@wjem-13-01-40w-b08]^ often prompting a more extensive work-up in search of an infectious etiology. Imaging will usually demonstrate the pathognomonic calcium deposit^[@wjem-13-01-40w-b09]^ and, coupled with the physical examination, will usually allow the clinician to confirm the diagnosis. Computed tomography is more sensitive^[@wjem-13-01-40w-b07]^ than plain radiography for detecting the condition, owing to better contrast resolution, and is the confirmatory scan of choice. Plain films, however, will often end up being the initial screening examination and will demonstrate a significantly abnormal expansion of the retropharyngeal space (by as much as 1.5 to 2.0 cm, as reported by Haun^[@wjem-13-01-40w-b09]^), with or without visible calcification. Use of magnetic resonance imaging (MRI) has also been described, showing characteristic edema confined to the longus colli.^[@wjem-13-01-40w-b10]^ Vollmann et al^[@wjem-13-01-40w-b11]^ have suggested that MRI with diffusion-weighted imaging is the preferred modality when available.

The clinical course of APCT appears universally benign and self-limited,^[@wjem-13-01-40w-b12]^ in that no fatalities or significant complications have been described; however, the sample size on which this assumption is based is quite small, and the possibility of significant airway compromise cannot be entirely dismissed. Nevertheless, symptoms resolve in about 1 to 2 weeks, correlating with calcium deposit resorption^[@wjem-13-01-40w-b09]^ (although the resorption process itself may not be radiologically complete for several months.) As mentioned above, oral NSAIDs are the hallmark of outpatient treatment and are usually sufficient monotherapy for pain control. Occasionally, a short course of corticosteroids^[@wjem-13-01-40w-b13]^ may be appropriate when NSAIDs provide suboptimal relief. Follow-up with an otolaryngologist may be offered but is usually unnecessary.
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![Plain radiographs, though less sensitive than computed tomography, are an acceptable screening examination. A calcific focus is visible just anterior to C1.](wjem-13-01-40w-f01){#wjem-13-01-40w-f01}

![Neck computed tomography bone windows demonstrate the abnormal prevertebral calcium deposit.](wjem-13-01-40w-f02){#wjem-13-01-40w-f02}
